IN A PREVIOUS REPORT,' we reviewed
Dressler's original papers concerning the postmyocardial infaretion syndrome and added four case reports of our own. The syndrome as described by Dressler developed as early as 10 days and as late as 2 years following myocardial infaretion and had a pronounced tendency to recur. It comprised fever, pericarditis or pleuritis with effusion that was frequently hemorrhagic, and pneumonia with grossly bloody expectoration. It was in general a benign and self-limited condition but occasionally required pericardiocentesis for tamponade. More severe episodes were managed by Dressler with steroids, with apparently good effect. Dressler postulated that an autoimmune mechanism might be responsible for these manifestations.2-5 Gery and others have demonstrated homoantibodies against components of heart muscle in patients who have suffered myocardial infarction; however, these antibodies have been demonstrated in patients who did not develop the postmyocardial infaretion syndrome as well as in those who did, and Gery points out that the antibodies may play no role in the development of the syndrome.6 7 In our review of the literature we were impressed with the fact that Dressler 's extensive clinical experience had been associated with low mortality and therefore meager pathologic material. Reference was made in his articles to a report by Geever and co-workers8 concerning atypical, histologically similar pulmonary inflammatory reactions in patients dying with heart disease of varying etiology. Most of Geever 's pa- tients did not have coronary disease, and his case reports are not sufficiently detailed to determine whether those who did have coronary disease manifested "postinfaretion pneumonitis" clinically. Previous literature has therefore not established the pulmonary component of the syndrome as a clinicopathologic entity. It will be our first purpose in this paper to investigate this correlation.
In addition, limited experience in the use of steroids in this condition has led us to question some of Dressler 's indications for their use, particularly in connection with the pulmonary manifestations of the disease.
Methods
Investigation disclosed that in a 5-year period, 142 patients in our institution had been found at postmortem examination to have arteriosclerotic heart disease, which was not necessarily the cause of death. These included patients with old or recent myocardial infaretion as well as patients with diffuse myocardial fibrosis associated with occlusive coronary disease. The latter group was ineluded in our series because we thought that repeated, localized necrosis of small areas of heart muscle might as easily stimulate an autoimmune mechanism as might massive infaretion. The pathologist in our group (HKR) reviewed the lung sections for the changes described by Geever8 and found that 71 of the patients showed at least three of the changes. This involveinent in multiple lung sections, with almnost complete filling of the alveolar spaces with mnononuclear cells, hyaline memnbranes, cuboidal transforniation of the septal cells, fibrinoid necrosis of alveolar walls or the walls of smnall vessels, or both, and usually, but not invariably, intraalveolar hemorrhage. Slides were rejected if there was evidence of major com:iplicating pulmonary disease. This criterion was cause for rejection of a considerable nuni-ber of sections because many of our patients in this area are coal miners and sbow extensive anthracosilicosis. The criteria for accepting a case as clinically positive included fever beyond the iimmediate postinfaretion period, expectoration of several ounces of almnost pure blood in a 24-hour period, extensive radiographic changes in both lungs producing a butterfly appearance and usually persisting for several days if the patient lived, and disproportionately little dyspnea or pulnionary consolidation on physical examination. "Positive" slides were then matched against "positive" clinical folders. In addition, in an attempt to evaluate the specificity of the pathologic picture, our pathologist has kept Geever's criteria in mind during the performance of more than 150 consecutive postinorteia exaininations at this and other institutions, to deterinine whether the samne picture iaiay frequently appear in the absenee of arterioselerotie heart disease.
Results
Of the 71 patients whose lungs showed at least three of Geever 's criteria, five had all of the pathologic changes and were aecepted as positive cases. Three others showed similar qualitative ehanges, but the extent of the lesions was restricted to scattered areas. These were classified as questionable cases.
Review of the clinical records of the same 71 patients umieovered four who fulfilled the elinical criteria for diagnosis. Three of these four also had been classified as "positive" histologically. The fourth had extensive anthracosilicosis, and his slide had been rejected on this basis. The three patients classified as questionable histologically failed to exhibit any clinical changes characteristic enough to have warranted the diagnosis of the postmyocardial infaretion syndrome during life.
Case reports on the two patients presenting the histologic picture, but failing to presenit the elinieal picture, are instructive.
Case Reports Case 1 This diabetic and alcoholic white man was 60 years old at the tinmie of his first admission to our hospital. The patient was a poor historian and gave an indefinite history of a "heart attack" at age 48 and of shortness of breath and ankle edema during the 2 years prior to admission. His private physician had administered digitalis. Findings during this admission included cardiac enlargement and evidence of a healed posterolateral infaretion as well as imianifestations of decompensated Laennee's cirrhosis with ascites and jaundice. The hepatic disease responded to the usual therapy.
His second and final admission occurred 1 year later. He had had a 1-month history of increasing dyspnea, orthopnea, abdominal distention, and ankle edema in the face of digitalis, mereurials, and salt restriction. Objective physical and laboratory findings on this occasion included cardiac enlargenment with no change in the previous pattern of healed infaretion, pulmonary congestion with rales at the left base on auscultation, moderate ascites, and ankle edema. The patient was not icteric, and the liver was not felt in the presence of ascites. Liver funetion studies were normual except for minimal elevation of the serum bilirubin.
The patient failed to respond on this occasion to vigorous therapy for cardiac failure. He died on the twentieth hospital day in shock and left ventricular failure. There was no evidence at any time, clinically or electrocardiographically, of a recent myocardial infaretion.
At postmortem examination the heart revealed dilatation of all chambers and diffuse myocardial fibrosis in addition to a healed posterolateral infaret. There were a few minute areas of mnore recent necrosis. The lungs weighed 800 and 900 Gm., respectively, and there was moderate pulmonary edema. Histologically, they demonstrated the entire picture described by Geever, including mononuclear exudate, septal cell proliferation, fibrinoid changes in the smaller vessels, alveolar wall necrosis, and hyaline membranes.
Comment
Clinically, this patient presented the usual pieture of intractable cardiac failure on an arteriosclerotic basis. There was no hemoptysis at any time. There was no evidence of recent infaretion at autopsy and no evidence clinically of infaretion during the 15 months prior to the patient's death. Nevertheless, the lung sections presented the histologic picture deseribed by Geever. Geever himself pointed out the similarity of the described changes to those of pulmonar-y congestion as well as modifications that led him to conclude that the In contrast to our single attempt (and failure) with steroid therapy for the pulmonary compoiient has been our success with this therapy in a patient with pericarditis and tamponade occurring approximately 1 year after myocardial infaretion. For purposes of this paper it will suffice to present x-rays of this patient taken 5 days apart (figs. 6 and 7). Clinical improvement in manifestations of fever, substernal pain, and tamponade corresponded to the benefit observed on x-ray.
It has been noted that the second portion of our clinicopathologic study consisted of an effort by our pathologist to establish the specificity of the pulmonary changes in the course of 150 consecutive postmortem examinations. In this series he found three patients with the full histologic picture following myocardial infarction. 
